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Abstract
regulating the transcription and expression of downstream target genes as well as signal transduction, thereby

S-palmitoylation, a reversible and dynamic post-translational modification in cells, is involved in

affecting cell life activities. Studies have shown that thousands of human proteins undergo S-palmitoylation
modification, suggesting that S-palmitoylation is closely related to the progression and treatment of diseases. T
cells play central roles in anti-tumor immune responses. A variety of T cell immune-related proteins are regulated
by S-palmitoylation. In the present study, we focus on the impact of S-palmitoylation on T cell signal
transduction and its application in T cell immunotherapy, aiming to provide new ideas for the development of
new targets and peptide inhibitors for T cell immunotherapy.
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S-EEREEE AL T 20 42 80 4EAR K & R, 2
TEAE T e B AR WP B e B DR ST Y 26 1 o B
JE BN, AT 7S TR I T 2 38 o RS Y B e 5
R H RO R, EEL s
h, S-FEAE mE Ak i 23 #4445  DHHC1~DHHC24
(5% DHHC10) 4 7 el 16 25 2 A% Bl A A6, LA A A%
>N B A 3£ [F] i DHHC( Asp-His-His-Cys) 3£ ¥ .

KW EE  2023-11-29

DHHC % (152 HA 20 4 -85 B IBUiE i) 5 A IR
M, EATEA AN R A IEE A, e — 28 32 27 o i
1 (DHHCS, DHHC20, DHHC23), — &6 3= A P Jfi
} rr (DHHC1, DHHC6, DHHC11, DHHC24), & A
— I B R R A+ (DHHC3, DHHC7, DHHC15
A DHHC18), BRItz 4N DHHC HA 2N EENE
P25 B 45 ) Sl L BT AR i 1 > e 2 % R Ry e
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AL R AR TG i 1 58 BRI Bt -CoA 5475 3]
DHHC /7 i iR sF B E 2 iR ik 5 |, s %5
W H P R s AL B S-AR AR Mtk n] L
B AR TR Ab Bl 30 e o L R LA IS0 A R T £ il
B )8 T 22 G R K A Tl 5K T , A 95 Tk 25 2 11 0 I il
(acyl-protein thioesterase, APT) F145 e Ik 2 FH A7 g
fit} (palmitoyl protein thioesterase, PPT), ‘E i1 0] LABR
FSIB R ZE I WAL T R AR 0 2 1 BT AR IR

1 TS REXEBRIERLRE T EEN

S-AHE IE Ak X B 11 BT (Y S 2 22 TR . AR
SR T R 5 W0 25 P A ARV, Sl Tt A LA
SEd HARNE R R E AR E N, 2R
A AT DU 2 2 1 o DA A0 1 36 T A T s AR
BB T S I A U 26 AR B2 1% 7 ) 1 BR 3y 2 i
B T 40244 (T cell receptor, TCR) {5 5 % T 4H
AR HE A B N AR . S-FRAR R Akt 25
M 25, 1 R P, 8 O R A R B R,
26 AT A BEHA T B . A, S-FRtEltfkid
23RN B -8 HAH S /EFH (protein-protein interaction,
PPD) R EE I BT R 4E . Sy L TTTE (co-immunopreci-
pitation, ColP) SE 5525 4L W 7R, A7 e 1k Sl i 4 i
N DHHC21 5 3k E4 48 i 4 S5 1 2 1 s 2 1 U9 Tl
(lymphocyte-specific protein tyrosine kinase, Lck) A%
HAE AR B 55 . DHHC 85 (506 i 53 LT 46
Z 500 K AR T, E 2 Fh G i T 2 AH G2
T RE AP vh A HE AR I, il A WF 9T R W T
ARG 32 B R AR e A A T 420
1.1 TCREZF@EHZAMXEG

T 4 i 7 38 D P A i I 25 v ke 4% i A T
A TR A M S, ih PrBh B 4 AR
PO, B ey R Ge ) HAD AL A D) RE . T 400
& B FTEAL T2 TCR {7 54 3", TCR R
g5 4 Kk 2 i/ A LR R G ) (peptide/
major histocompatibility complex, pMHC ), [iif5 TCR/
CD3 & &% . i B 4> F (CD4/CD8, CD2 il CD28
45) LA e 5 TCR/CD3 43 i 5 DXRH DI ) 2 11 9%
B (Lek A1 Fyn 25 ) SRAIE i 22 28 fioh, -2 Sre
Syk Z% ik £ [ i 2 W2 ¥ )5 3 TCR 15 5% 49
B, T 40w 6 Ak . S 28 fili b i CD4 8¢ CD8 5%
% Lek, Hufafk TCR/CD3 & &4 ¢ #Erh 3T 5
1R % 2 R 1) 1% AL 3£ JF (immunoreceptor tyrosine-

based activation motifs, ITAMs) PN ) 5 4™ % 22 iR 7%
L U BERR T ITAMS 4855 C B A G2 i
fiff -70( zeta-chain-associated protein kinase-70, Zap-
70) Z& TCR/CD3 Z &5 ¥) . 5 ITAMs 455 fil %
Zap-70 R4, [AFH A S 7R Y319 # Lek B
21k, b5 538 Zap-70 56 20 6™ 1G4 Zap-
70 A ITAMs &R, B AL A B E 54701 T
N3G Ak i%E T (linker for activation of T cells, LAT)
4 & SH2 25 ¥ 381 76 kD 41 it 8 B2 1k 2
( SH2-domain-containing leukocyte protein of 76 kD,
SLP-76)". LAT Fil SLP-76 A #i BR fk fifi T iF 1R &
RO EAHRNE A, 1T TCRFS. &
Hi5 22 24 5 % Ak 8 H B0 (mitogen-activated protein
kinase, MAPK) . 140/ 3R -2 Y53/ T 20 L S s
(interleukin-2-inducible T-cell kinase, Itk) . =M1
TR AL T FIE R Vavl, & 14 C(protein
kinase C, PKC) 1 #% g i C y1( phospholipase C
gammal, PLCy1) 7 PN 1 22 I i 28 11 38 1 4% 0
T, Sk ok LS PN B B A B R L 5 T 4
T A0 R 240 B 398 B 25 R D 0 e s I 24 1 (i 1), DA
Je 4l HE CDA™ T 20 M oA A [R] #) i B P T 200 MY
(helper T cell, Th) EHE, 11 Th1 Al Th2 3% % .
WKL, TCR G S5 SRR 24
F152 S-FRRRIEAL IS
1.1.1 CD4 CD47E T i Ak 24 TCR Y3k
AR, i A G MHC 1T 2607 7R
AMEXIREE A, B TCR 5 HFLAR Z 8] (48 B4R
FHUT, A, CD4 i i 3 FU N S5 A8 B0RT Lek AHE
V358 05 5 1% F . Fragoso %17 & B T 40l vp
CD4 1E M T ol HE 2 R 5k 3 Cys396 F1 Cys399
Qb S A SRR A o B T AL AL 5 (Cys396
1 Cys399) Fil Lek 4541 15 (Cys422 Fll Cys424) ffi
5t CD4 TENRFE b 1 5E AL, 3X WAL 37 A5 5822 1) CD4
TENRAE P 10 SLAT I R /b, ] 5822 ) 580 CD4
B EAAETE T AR, 3R WA 15 A6 A2 1 A 5
Lek BUMIEAEHA BT CD4 fERR IS I E 4. CD4
1 i AR ot 52 e A 58 CD3 5 1Y) 1 S B W 1R
LB RE 7. OKT3 Fl OKT4 J: o] 34 HF A= 7 i1 3 2k
CD4 ALK Jurkat T 40 f5 T pTyr PrisAI,
FIRSE R R PR CD4 S (KBS CD3 35 1Yk
RRWERAC I RE I AR
1.12 Lek Lok /225 — bl de th ] LUE A S-6
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p38 MAPK INK Erk1/2
fasm ) Rl ) \((F5iEe

O O

B 1 TCR {55 A1 GPCR {55 Sl

TCR {55538 HF1 GPCR {5538 i v 1 2 Fh SEA 28 11 T AR AR AR Ak, 45 T 4UMassi ik, “P R nT &A1k, “Palm” ({26 0] & A AR ot
1. TCR complex: T ZfI3Z 45 A4; MHC: EEHLUARNEE 105 Lok: IR ELANMIRS Sk 2 A 5 R RR I; Zap-70: ¢ HEMISE R 1 ILER-70; p38
MAPK: p38 224 % fL 26 (A LAT: T A0MTE L3275 PLCy1: BEISHE Cyl; Vav: S IEWAT R (L T SLP-76: 117 SH2 454418/ 76 kD
H 2B BR LR 5 INK: Jun SR 0 i; Jun: WL H-1 #6522 AW 5L Ras: KA H 5 Erk1/2: Z0SME T H 3R 1/205ME T
TG 2; Fos: WL A-1 HE AW ; ke AR -2 FFH T 40HLT; PIP,: BREASBELEE 4, 5-BERE; IP;: JIUBE 1, 4, 5-—HBIR;
DAG: Bt H ih; RasGRP: Ras 1 I 4% 11 BR B AR 5 IPsR: JILEE 1, 4, 5- = BEERSZ 45 S1P: 4 - 1-B12; S1PR1: M2 - 1-BE IR 3214 Gai:

M G & PKA: AT A; mTOR: MHFLEY) &R INE R L EA

B Pz — . ISR Lek 7£
Cys3 il Cys5 BEARAHmEIL!"™ . Lek ROFRHREEALXT T
HAR ARV M AT A AT JE A, (R T e L A%
T TCRGS KA 5 T4 G ZE L HEZY, Fan
S OV fifi R ok L A% B S8 B 4 3k Cacyl resin-assisted
capture, Acyl-RAC) /7 L UER] T Ca™ M 8 11 1k
SLEGRS G DHHC21 76 T B RF S AR Bk Ak Lek,
PRI T HAE TCR 557 iy EZAERH . DHHC21
() ZRIB BB AN M SR 1 I AR, (R BH R OG5
T A5 5 B Y S-EERIBELL, Lek A1 Fyn A RAR
B ALK B Ak . TCR A5 S 7# S/ T 4% 1L
eI AN, JURP OGRS S5 S8 B IR
HIK PR, CD25 Fil CD69 ik e, S5 Al 1L-2
A3 ISz FIMH . DHHC21 % T B 4HE CD4™ T 41

i 346 Thl 10 Th2 FEBPE T A0 20075 1

1.1.3  Zap-70 AEZAAKEE 2R P4 Zap-70 J& T 4
I B 28 1 25 T 0 ) T 2 R U . Zap-70 i [ 1Y
T 40f0 1, LAT Fi1 SLP-76 RYBEIRILZ 41, LAT {55
A AW, T W55 B 0 8
WIS, 7 Jurkat T 4000, BF5E A B340 Pk
W) R ALk (acyl-biotinyl exchange, ABE){IFSE
T Zap-70 7E B 45 1 Cys564 4= TCR HAfi T
FIAE R BEAL Y. OKT3 il T 40 i 3 5 Zap-70 1Y
S-FAME AL BN, ZE I 2 2 min IRFIIEE . %
BB AL A FE R Zap-70 (45 BE RE 0 Airf e 1, %o T
TR A S T 1, (BT S Y A B
AL S TCR 5 52 AT, Zap-70 () C564R
Tk AL Bl I 58 A8 14 5 Lek AOA B AERIIE K, fugsdt



48 V% @)% 41‘/\”;“ 2 Journal of China Pharmaceutical University 2024, 55(1): 45 — 52

5 55 4

DUHE BN, S5 Zap-70 BEER ALK F- 5 57 4 A
L3N T3 250 f5 . SR, T2 I Ak Bl 78 98 A8 (AR
AEWERR 1L LAT F1 SLP-76, 3 TCR {5 514 55 (1)
WEIR, T A0MEIEFL AN T 40 M2 b s i %58 5 R
e Zap-70"/INE MR & B 230 T J 1) BE i
HFA, T 40 & 7 BH A 76 B FH (double positive, DP)
BB, Zap-70 (5 AT REM AR 518 2 N2
PRI AR O, LS e B . A B S A s, (H
Zap-70 FUAFHR BEHL A% Bl 1 AR

1.1.4 LAT LAT 2T T 410E4 & MIIRER &
SISO BENAE R, %36 TCR F% 51 &
(430 St 4 5 T ZE. T 40 7 Ak v ke 38 s PR H
LAT 7€ P 45 4 35 PO AS DR~ 19 30 B 21 e 2 R
(Cys26 Fil Cys29), TEIZ Mt 2 PRk FL AL LAT # 3L
i SAFMEBEAL . HLUAR LAT nl DUSE 5 HL R 55 254 Ja
ENLR T, (5 Cys26 Fl Cys29 HIkEHE B AL % T3
E A 31) B PR A S AT Bl ) o A A R Ak 2
LAT #BERR 4K T b5 19, OKT3 il Jurkat T 4 il
J&i, YT pTyr PURKIE] C26A . C29A Fil C26/29A
G AR RAA R 55 1Y S = R R R L™, VAMPT
SRV N- 23k TR T 0 e SRR R 1 B R
H 3% 1K (soluble N-ethylmaleimide-sensitive protein-
attachment protein receptor, SNARE ) , i 1< & 17 % i{y
LAT WS R IR AR T 4iis k™. VAMP7
FILIFE Cys183 Ab ki /R FE A (1) DHHCI18 At
b, A8 Cys183 £l £ 1) VAMPT KN fgE i 3]
PR R FEAAR, TR E L TEREN, O HLAE T 40 TG Ak it
ANBEAS B R RE R Ml . X — R R N v RERZ A T
YR WS S T, B SR Ak k2
MR,

1.1.5 PLCyl 521N T A0S LA kbR
Ao F5E A Y G 1 PLCy1 8 Ttk 340G
J&, KBNS EELEE 4, 5-—®§R2 (phosphatidylinositide
4,5-bisphosphate, PIP,) 73f# A — Pt 3 H i (diacylg-
lycerol, DAG) MILEE 1, 4, 5-=#§FR (inositol 1,4,5-
trisphosphate, IP3) . DAG {41 K i A& (rat sarcoma,
Ras) {5 5 3 %, 1M IPs 5 HAE N BT IR (Y 32 1k
IP;R 456, fil & N BT Ca™ . WFSE 3R I, PLCy1
A9 DHHC21 #HHEEIL, T TCR {75514 5884
F51, IP;R Al DHHC6 FEMH AL, Cys56. Cys849
il Cys2214 g i 7E I RFE MR L AL A A5 . R Bk fe A
5E IP;R H9E [ 3%, DHHC6 mifik 33 IP;R & /K

SRR, Ca® P Tt i A B, R R B Ak X PLCy1 AN
IP;R 5 1 HARGE i LA S AR 4515 515 5 P i 4
B A 5 2 — DA
12 GPCRZF@#iax%ka

G % 118 B 5Z 1K ( G protein-coupled receptor,
GPCR) 5 5L FX T o e 240 M M Al 1k 22 5 JE 2, o
5 A A0 AT B B IR YL A7 LA S T 4 e S 2
166 A AT AL B 5 Ak L 4 AT B - - TR
% 1K (sphingosine-1-phosphate receptor 1, SIPR1) /&
GPCR ZEJR A 2 —, i 3 5 L A B 2 - 1 -l
('sphingosine-1-phosphate, S1P) &5 & 1% T I {5 5
W%, SIP/SIPRI 55 1% Sl KA e AL & B
R R PR E S, Qs e s T 40 AR B Ui
HFEA LR RN R G2 25, A5 48 S Ik ok A A
N2 A A AR N 1 2R AR OCPY . F5E &
B SIPRI 7 H i P9 25 K 31 3 A~ 2F Jb 20 iR ok Ak
Cys328. Cys329 il Cys331 #f DHHCS kitimtAk, 15
REmEAL rT L2 E STPR1 5#01#i1% G 2 H (inhibitory
G-protein, G;) FIB IR R U0 0% i &%, S1PR1
AR e L — 7 THD F A AR e AL I APT i1k, 53
— 7S5 H A DHHCS (i 2t n] 82 V1A
1.3 ¥e& T 2008 %0k A48 X & & 09 AR AR B AL IR

IR T A A e e i A N i e v ) B 22
PR O 2k B BH A G £ 52 i) s 240 1) 345 4 R A
T AR AR NG AL LA T e S ie o A oE
B 7% i B R 5 Ak 2 1 R A T 98 Y o Y v A
Mo ARSCEGS T RER AL X JUFP 7R o vh & ¥
BAEFM T 40 M 2 AH SC B R s e (A&l 2), A
T 7 PR AL 0% SE AL ok e S P 0 ) e R VR 97
PEAEHT Y DL
1.3.1  ¥ei) PD-L1 A= A8 BEAL A 42 iF 78 S 7k 2k ik
R PESE T 3Z AR B A& 1 (programmed death ligand 1,
PD-L1)J&— ot e il o+, 5Pt 2
& 1(programmed cell death protein 1, PD-1)454, M
AN T A 3558 . 20 B PR 10 A ARk DL S
YRR EEME . VT 22 IR A0 R R X AL R Ok s 21
JERRIRI H Y. B PD-L1 BT 2 938 i
REL BT 21 Jfd 2 1f 9 PD-L1 T & #4/E ] o {H PD-L1 2
TEAE THER A (recycling endosome) |-, I 1] g
FRTIEL T B 20 R 1B, DA 8 S R AR BT AAR 25 1
IRIFRCR . I, BEAK PD-L1 B9 40 i 3= B 2 42
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B2 AERRmELTE T A G i P 5 o S ms

FER AL IS N PD-L1, STAT3, Fas Fl IFNGR1 {4 5 552 £z, BEL1E 78
1B 7 Vs A (K A, < U7 R3R T & 432 R4k PD-L1: # 7 HEFE T
ZARTLAR 1; STAT3: 15 515 5 S e S 1 35 JAK: Janus 3 iff;
APT2: Bt 3 2K [ B K B 2; Fas: P8 038 X F 32 (R KR LB 65
IFNGR1: T Z-y 524K 1; AP3DI1: G2 A E S 3 W 81

PD-L1 HiiS TR G

Yao %P &, PD-L1 7F H A 4543k Cys272
KA, BHEVEH PR B RS I 322 R
DHHC3. 74 19 k38 o BH Wy PD-L1 1932 2 4k, 10
il B AR XT PD-L1 (% B A, MM 3G 5% PD-L1 AR
A o AR R A A R 2-5 A A R 15 ( 2-bromop-
almitate, 2-BP) Zb L i} 334 il 7 PD-L1 Wiz £ 1k,
FH R Z 1L PD-L1 454 3] £ 1 /& ( multive-
sicular body, MVB) Z i, i — %12 28 S AR T 4%
RESip o R ARl AL AR 400 -t PR AR T e 4 g & 1ff PD-
L1 5 PD-1 W45 6. TEMRSMLL K34 MC38 i
A1 /N B, Gl 2-BP ] PD-L1 Az ARk Ak ok
JUER DHHC3 7] R §# PD-L1 A /KF, 8 CD8*
T YUARIRE, s T 40 o g, i MC38
g A

AT B IR T MDA S 1) %27 o) 22 6 4t i %
T4 PD-L1, %8 6 PD-L1 fkEHE BEAL T LA IR
I 40 o 5% T AN D P PD-L1 (9 363KK S, WP &
B XoF e e B g2 1k R 1) T A M B AL 1T S
1.3.2  ¥er) STAT3 A=A BEAL 42 T 98 & & X R
55 5 O S0 2 A 3(signal transducer and
activator of transcription 3, STAT3) A4 ZH i U i 55

22T 1 & AR RO R0 AH S, BRI T AR S e
IBIT ARG . Zhang %50 {5 B k-l ABE
HWI A 7 IE ] T DHHCT 78 Cys108 £ A fE 1k
STAT3. DHHC7 X} STAT3 f) 4% 4 ik £k A2 7 H: il
A0 B A% 1) Janus 4 2(Janus kinase 2, JAK2) iE fif
R B4, BRI UE STAT3 B Briiiefh . MEsE
BB 2(APT2, FK LYPLA2) A] LUFE FPE R
SIBERR 1LY STAT3(p-STAT3), {ifi p-STAT3 Jhifa#
Ak, SR 5 MR T 55 12 B A0 M A%, P p A 1
k- AR R A PR AE R T 1) B R4 T . AR EAL
ol M6 A e Tk £ 1) 0 461 B 25 52 i STAT3 1) % S
PE, 1 UL Ak

STAT3 J&—Fh &k Th17 474k 3 K 5~
Th17 2 il 5 2 Pl 5 58 95 i 4 58 M 1% 9% (inflamm-
atory bowel disease, IBD) . 5 IgE ZRGAIFEFIC T &
AT, TR RN 7R, 4hHE CD4™ T
YH i Y STAT3 S54E 2 i, I8k JAK2 BEfR 1L .
p-STAT3 fig #F ¥ L 3% Kl (RORC Ml IL-174) W 3
ik UL K Th17 iy 346, 98 &2 3, STAT3 1Y
PR AL AT AR BE AL AG 2R T USSR STAT3 G 4Lt
fEHE Th17 gUffL 4L, 7 IBD & L HIE 5 PE
sElp R B F v, Zdhhe7 F1 Lypla2 mRNA /K |1,
STAT3 i) F U483 [N RORC Fl IL174 ik /Kl
Thies. TE/NEASEIT, APT2 (2 BRI EE Zdhhe7
B R o AT DA S 2 R/ BB 2 B v Thil 7 R G 7K
SFEA 2 1BD (ER . XN T S-EEfEm AL AT
A 515 1 —FP T AL, X TR 2 S-47
R TGS 2 YR A 2 X, STAT3
o R P A - MO A R FBE A6 706 35 T BE A Thi7 A 56 A
PERTAE TR T AR .

STAT3 {55 1% 7t 5 i 4il it (hepatocellular
carcinoma, HCC) 19 & = & EAH G . STAT3 19 T i
55 Bi4R75 5 7 (hypoxia inducible factor 1 subunit
alpha, HIF 1a) 7] DL 3K 5l DHHC7 Bk, DHHC7 4
SRR BE AL S 3 ok SURT LA 3 STAT3 1 HIF la
)23k, JE AR HE HCC 40 3% 5, X #F DHHC7,
STAT3 il HIFla Z [B) 77 A= T 1E OB AR, il )X
— {5 SR AT LAWGE /N B e A, B R A
g v T
1.3.3 ¥ Fas 42 BeiLAE € Fas R =2 5 %
Fas(CD95, TNFRSF6 )& —FlFERIFET-3Z 4K, J& T
TAIEIN T Z KM F . Fas TEANIBIAT 5 514 S
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R FEEZ/EH, 55 Fas Bii& (FasL, TNFSF6) Z5 4
J&, BT LAJR 5 5 RN, T8O R 1 K
AR F /K i 1 (caspase ) P0G I e 4 240 Y
FETUO R 2 e w0 A (IR 4 U 3R 1T 1) Fas 3244
IR HEEE A AT

W 5¢ 2 B, Fas 7€ Cys199 #% DHHC7 #7 A ik
ft.. DHHC7 TE R /RIEEAR 1 33R07, Yo T Fas 54
Mk Ak & A 7 i IR B IR BE PR 2 . Rossin 485 1)
I 5¢ % B, DHHC7 475 1Y # HR IR Ak AT LASE A Fas
() IR RE A, A4 Fas BT BEHA A B Af, AEFREHGT
ik FasL (9400 40 U 5] A fUER 4 . 3R Fas 45
HE] e AL B 3 28 A8 A A 411 Bt caspase 8 it SR 4E R
32 BB E, AR ML LA B T Fas i S48
fH5 155,
1.3.4 ¥z IFNGRI1 4248 BRAC B 42 245 H I % S )&
ik 25 E IR WA AL IE BRI, KL
il A S A WA, B X 2 R R A AR, R E L
B R R AE T M R v A R A 4 4, R
FEREE S A0, Lot B T R RR RS 3 07, IR
FER G 4 7, I H BT Gk
FH Wt (immune checkpoint blockade, ICB)¥7 1] T
TRYT S EL R, 9% 1 24 B LR it o
Keytruda( pembrolizumab, #i PD-1 .55 B Hi 1K ) ¥4
7Y B S ACHA R SR BEF AR DIBR 1) MSI-H
of, AMMR FHPESS B s, R, Banm
PSS T N KBS s BB T RO AT

T3 & -y(interferon-y, IFN-y) {5 514 &7
F & 141 ICB 175 5 I Bt e 83 G 28 vh #88 J #4E SC BE A
FH o TFN-y FIHL R S 30 1551253 B AH DG 3 PR 114 28
75 S2 P IRE S 28 kAt P B S AL, SR Tk — BN e 45
B RE TP IEAE WL, B T BEAFE AR TN ) S
HEIRALE] o TFN-y {551 T30 [ v 22 b 5C 5 26 1
(1 IFNGR 1 JAK/STAT1) %82 ikt e Ak . Wik
fEAT SUMO fh55 58 1 5 B IR J5 18 i . — T feop i
FAEH T —F AR AL AR B 1 — 2R 4K optineurin-
AP3DI-IFNGR1 43 F IR SRR IVF L S-£5
R A= 1 0 A T AR A T 1

FPiZFE-y A& 1 IFN-gammareceptor 1, IFNGR1)
TE Cys122 bk S-t7tEmE L. ARRIELAY IFNGR1
5 AP3D1 4546 31401k R HHAA TR . 2-BP 4t
FEAT LAV 55 IFNGR1 F1 AP3D1 2 Ja) () AH TAE
U /L IFNGRI 78 75 il R b i 2 o7, DT B L3

ik, P2 BERR I (optineurin ) & — M B 1E 1 f0 9%
FHICHE A, A S 26 A S i b 3k PR AR, 72/ ER
MC38 Jifgg A 76 v, AL 22 1 il i A1 o o S b
Jed 1B TR I . AR RRAR ORISR SN 3 A
7E mRNA 7KV FH 84 12 B (cycloheximide, CHX)
RELIBT, & SR B R 1 A 52 IFNGR1 ) mRNA
K, 245 A AP3DI, BHIET AP3D1 #4554 ik £k
i) IFNGR1 A 55 2 B4, ] 42FH 11 IFNGR1 Y F%
fift, M 4ESF IFN-y 1 MHC-1 {5 55 S a0 5 5k
(R, IFNGR 1 AEREEE AL AL 2 R B A R
UK Sl 4 B W v %) S 5 1k 5 N N R e b
IFNGR1 FEAE B AL Y 25 B2 30 7T 5 ICB Yk s
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